In this report, we describe the electrophysiological and psychophysical features of retinal dysfunction in chromosome 7p-adRP" in affected family members different from those described in a previous study which used older generation instrumentation.'9 We expand the known range of phenotype expression observed in chromosome 7p-adRP.
Methods
Some details of this large, nine generation English family have been described previously." 1920 The severity of disease varied widely between affected members. We studied eight patients (Fig 1) 22 points without dark adaptometry,'9 in this study both dark adapted static threshold perimetry and dark adaptometry were performed using a newer Normal mean  319  57  91  48  132  22  384  45  43  29  Normal limit  141  69  16  56  41  25  208  49  10  32  VIII-23  220  58  150  48  200  22  240  46  35  29  VIII-24  260  58  225  54  100  22  280  49  45  29  VIII-48  145  60  75  56  40  27  150  56  30 (Table 2) , her other ERG responses and sensitivities (Fig 2C and Fig  4A) being normal. In the other two, the results of all functional tests were within normal limits (Table 2 , Fig 2A and 2B ). These patients all had scattered intraretinal bone spicule pigmentation and the haplotype linked with chromosome 7p-adRP.
Patients VIII-22, VII-45, and VIII-52 were symptomatic with reduced ERG responses ( Table 2) . Dark adapted static threshold perimetry revealed peripheral depression in cone and rod mediated sensitivities which were affected in the same areas to a similar degree with preservation of sensitivities centrally (Fig 3) . These individuals demonstrate regional24 or class 225 functional loss. While the final thresholds for the cone and rod components of the dark adaptation curve were elevated, the rates of dark adaptation were normal (Fig 4B, C, and D) .
Patients VIII-42 and VII-32 were severely affected with symptoms of early onset, extinguished ERG responses, and barely detectable dark adapted static perimetric sensitivities (Fig 5) . These individuals were too severely affected to undergo dark adaptometry testing.
There is no recognisable pattern of severity of disease in the families. There is no correlation of the degree of functional loss between siblings or between children and their parents or the sex of the affected parent.
Discussion
By history alone, this family seems to exhibit incomplete penetrance, with RP The pattern of concentric, regional retinal functional loss (Fig 3) 
